Androgen receptors are assumed to influence gene expression through interaction with a nucleotide response element similar to that recognized by glucocorticoid, mineralocorticoid and progesterone receptors [ 11. This assumption arises from the efficiency in heterologous systems by which androgens act through the defined glucocorticoid response elements (GRE) of the mouse mammary tumour virus (1) intron containing two putative GRE-like elements: 5 '-TAGCCAAGTTGTTCT-3' in the non-coding strand and, centred 52 bp downstream in the coding strand, 5'-AGTACGTGATGTTCT-3' (see Fig. 1 ). Transfection analysis [lo] has attributed A R E status to the second element and none to the first. However, mobility shift analysis of androgen-receptor binding to restriction fragments labelled at either end ( Fig. 1) indicates significant binding affinity in the first, non-coding strand, element. The abolition of binding to the second element can be attributed to its proximity 
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(MMTV) long terminal repeat (LTR) [2-41 or the tyrosine aminotransferase gene [ 51. However, androgen response elements (ARE) in androgen-responsive genes have been less easy to delimit. High-affinity androgen-receptor-binding regions have been detected in the promoter and first intron of the rat ventral prostate binding protein C3( 1 ) [6-81 and other constituent polypeptide genes [ 91. Affinity for androgen receptors has been tracked to a 450 b p fragment of the C3(1) intron containing two putative GRE-like elements: 5 '-TAGCCAAGTTGTTCT-3' in the non-coding strand and, centred 52 bp downstream in the coding strand, 5'-AGTACGTGATGTTCT-3' (see Fig. 1 ). Transfection analysis [lo] has attributed A R E status to the second element and none to the first. However, mobility shift analysis of androgen-receptor binding to restriction fragments labelled at either end ( Fig. 1 ) indicates significant binding affinity in the first, non-coding strand, element. The abolition of binding to the second element can be attributed to its proximity The synthesis of prostatic binding protein (PBP) in rat ventral prostate is strongly dependent on the presence of androgens. This dependency can at least in part be explained by transcriptional regulation of the genes coding for the components C I , C2 and C 3 of PBP. Wc have screened the complete C I , C2A and C3( I ) genes and their flanking sequences for regions displaying affinity in vim) for the androgen receptor in a DNA-cellulose competition assay. Two affinity regions were detected in each gene: one in the promoter region and one in the first intron. These results are in agreement with earlier reports on the 5' part o f theC3( I)gene [l] . While attempts to delimit androgen response elements (AREs) in the promoter region of C3 (1) to a heterologous promoter in T-47D cells 131. A 204 bp subfragment, containing two elements: core I and core 11, which resemble the consensus for the glucocorticoid response element (GRE) [4] displays identical properties (Table I ). The inductive effect of 100 nM-Sa-DHT was abolished by addition of 100 ,LAM of the anti-androgenic compound nilutamide (RU 23908; obtained from J. P. Raynaud, Roussel Uclaf), and is therefore mediated by the androgen receptor.
In each core element we have substituted the G in 5'-TGTTCT-3' by T. Functional analysis has revealed that only core 11 has the ability to act as an ARE (Table 1 ). This clement (S'-AGTACGTGATGTTCT-3') shows a high degree of similarity to the GRE consensus (S'-GGTACAnnnTGTTCT-3'), which can also act as an ARE [51. The substitution in core I has no effect on the androgen response. Mutation of core I1 in the 204 bp intronic fragment results in a total loss o f affinity ;TI vitro of the fragment for the androgen receptor in DNA-cellulose cornpetition analysis, while mutation of core I results only in a minor decrease. Furthermore, core II, cloned as an oligonucleotide in the polylinker site of the pBLCAT2 vector 161, clearly confers affinity in v i m to a vector fragment. Surprisingly, this oligonucleotide construct is not responsivc to androgens when transfccted in T-47D cells ( Table 1 ) .
Because of the resemblance of the C3 ARE with the GRE/PRE consensus, we have tried t o induce the androgen responsivc tk-CAT constructs with progcsteronc and dcxamethasone and found that they are inducible with thcsc steroids. Moreover, the substitution in the ARE (core 11)
